Introduction
The hepatic form of Wilson's disease in which neurological dysfunction may be slight or absent has been recognized as a clinical variant for many years (Kehrer, 1930) . Patients with this form of disease show considerable improvement following penicillamine therapy (Sternlieb and Scheinberg, 1964; Lange, 1968) .
The present report concerns a 14-year-old girl with advanced cirrhosis of the liver due to Wilson [16] [17] [18] mg/100 ml; 24-hr urinary copper excretion was 330 ,g. '98Au liver scan showed very low uptake by the liver, and a high concentration of 198Au in the enlarged spleen (Fig. 1) .
Treatment with D-penicillamine, 2 g daily, was initiated. The menses reappeared and became regular 8 months later, the ascites disappeared completely, the splenomegaly decreased in size. Liver function tests improved (Table 1) , and oesophageal varices dimninished in size. Repeated 198Au liver scans revealed marked improvement in the uptake of 198Au by the liver (Figs. 2 and 3 ). The availability of an effective treatment which is easily administered makes it imperative that all young patients with liver cirrhosis or chronic active hepatitis (Sherlock, 1961; Sternlieb and Scheinberg, 1972) , be examined specifically for Wilson's disease. On prolonged treatment with D-penicillamine the liver function is often improved, jaundice and ascites disappear, and the histological changes may be reversed even in advanced cases (Falkmer, Samuelson and Sjolin, 1970; Levi et al., 1967) . In our case marked clinical and biochemical improvement commenced within the first months of treatment. Hepatocellular function improved (Table 1) , the portal hypertension diminished and concomitantly 198Au uptake by the liver increased.
Injected 198Au colloid is ingested by virtually all cells of sinusoidal origin (Bissell, Hammaker and Schmid, 1972) .
Scintiscans of the liver performed in cirrhotic patients show a decrease in the hepatic uptake of 198Au with an increase of activity in the extrahepatic reticuloendothelial system (RES) such as the spleen and bone marrow. This uptake of 198Au in the extrahepatic RES in the presence of cirrhosis is thought to result from both a change in hepatic blood flow due to portal hypertension, and to proliferation of the reticuloendothelial cells (Cohen, 1969) . It 
